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Effects of Herbal Cake Separated Moxibustion on Expression of Abdominal Aorta of TLR2,
TLR4, NF-kB in Rabbits with Vulnerable Atherosclerotic Plaque

YI Lizhen, YANG Jun, XIE Tao, WU Xuefen, LIU Xin, YUE Zenghui*

(College of Acupuncture and Massage, Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To observe the effects of herbal cake separated moxibustion on the changes of toll like receptor 2
(TLR2), toll like receptor 4 (TLR4) and nuclear factor kappa B (NF—«B) in vulnerable plaques of atherosclerosis (AS) in rabbits, and
to explore the possible mechanism. Methods 60 ordinary New Zealand rabbits were randomly divided into the blank group,
the model group, the direct moxibustion group, the herbal cake separated moxibustion group and the medicine group, with 12
rabbits in each group. AS vulnerable plaques rabbit model was established by feeding high—fat diet and balloon injury of abdominal
aorta. Immunohistochemistry was used to observe the antigen activity of TLR2, TLR4 and NF -kB in abdominal aorta. A
transmission electron microscope was used to observe the ultrastructure of the abdominal aorta. Results Compared with the
blank group, the grey levels of TLR2, TLR4 and NF-kB were significantly reduced (P<0.05 or P<001) in the model group,
the direct moxibustion group, the herbal cake separated moxibustion group and the medicine group; compared with the model group,

the grey levels of TLR2, TLR4 and NF-«B were significantly raised (P<005 or P<001) in the direct moxibustion group, the herbal cake
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separated moxibustion group and the medicine group; compared with the direct moxibustion group, the grey levels of TLR2, TLR4

and NF-kB were significantly raised (P<0.05 or P<0.01) in the herbal cake separated moxibustion group and the medicine group.

Under the electron microscope, compared with the blank group, the pathological changes of aortic endothelial cells were more

serious and contained a large amount of lipid in model group; most of the endothelial cells in direct moxibustion group, the herbal

cake separated moxibustion group and the medicine group, had normal morphology with a small amount of lipid deposition.

Conclusion The mechanism of herbal cake separated moxibustion to stabilize vulnerable plaques of AS may be through reducing

the antigen activity of TLR2, TLR4, NF-kB, and down regulating their expression, so as to delay the formation of AS.

(Keywords) herbal cake separated moxibustion; atherosclerosis; vulnerable plaque; toll like receptor 2; toll like receptor 4;
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